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The number and distribution of forebrain 
commissural fibers suggests a significant 
role in the spread of seizure activity. Fur- 
thermore, disease of the corpus callosum 
has occasionally ameliorated a preexisting 
seizure disorder. These considerations led 
Van Wagenen and Herren [11] to divide 
the corpus callosum to treat epilepsy. Most 
of their bisections were incomplete and 
only one, done seriatim, included the entire 
corpus callosum and anterior commissure; 
nevertheless, twelve patients had postopera- 
tive convulsions restricted to one side [1]. 
Since then, experiments by Frost et al. [5] 
and Poblete et al. [8] showed the impor- 
tance of the anterior commissure for inter- 
hemispheric spread from temporal lobe foci. 
Meanwhile, split-brain studies showed an 
absence of disabling symptoms in ordinary 
behavior [9]; the occasional postsurgical 
seizures in monkeys were largely unilateral. 

Importance of forebrain commissures for 
generation, maintenance, and transmission 
of epileptic seizures is further indicated in 
our recent experience with a group of pa- 
tients having intractable epilepsy [2, 3]. 
Complete transection of corpus callosum 
and anterior commissure was done in a 
single operation. The hippocampal com- 
missure, though not separately visualized, 
was presumed to have been divided along 
with the corpus callosum in all cases. The 
massa intermedia was also cut in three in- 
dividuals. In a total of ten patients for 
whom seizure status can now be evaluated 
for a 2-year follow-up period or longer, only 
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